Trisomy of chroiosome 15 was identified as a regular nonrandom chromosomal change in murine T cell leukemias. It has been found in spontaneous thymic lymphomas and in T cell lymphomas induced by diverse agents such as x-rays, the chemical carcinogen dimethylbenz [a] anthracene, radiation leukemia virus, and Moloney virus (1) (2) (3) (4) (5) . In CBAT6T6 mice that carry a 14;15 translocation we have shown that the active region of chromosome 15 is in the distal (translocated) part of chromosome 15 (5) . In Lymphoma Induction. Thymic lymphomas were induced by inoculating newborn mice with Moloney leukemia virus or by four feedings of young adults with 1 mg of dimethylbenzanthracene (dissolved in 0.1 ml of polyethylene glycol, molecular weight 400). The mice developed thymic lymphomas, generalized lymph node and spleen enlargement, or both about 180 days after the start of dimethylbenzanthracene feeding and 100 days after Moloney virus inoculation, respectively.
Chromosome Analysis. Chromosome spreads were prepared from enlarged organs (thymus, spleen, or both, mesenteric lymph node) and analyzed by (trypsin-Giemsa) banding (6) . The percentage of 0 (Thy-i) antigen-positive cells was determined in a micro cytotoxicity assay described elsewhere (7) . Fig. 3 .
DISCUSSION
These findings show that trisomy 15 is a regular feature of thymic lymphoma development, not only in mice with normal karyotypes but also in Robertsonian 15 translocation mice as well. The fact that 15 is attached to another chromosome apparently "forces" the partner chromosome involved in the translocation to become trisomic as well. The present material shows that even the largest chromosome, no. 1, can behave as a "fellow traveler" in this system, and the same is true for the other chromosomes entering the test, nos. 1, 5, and 6. These findings argue against the possibility that trisomy 15 is due merely to secondary selection from amongst a variety of potential trisomies in the course of thymic leukemia development. It suggests, on the contrary, that the duplication of some critical 15-associated element is causally involved in thymic leukemogenesis. Apparently, the increased gene dosage of the critical segment is so important for the development of thymic leukemia that duplication of attached genetic material will have to be "tolerated," even if it involves the largest chromosome.
